This study aimed to compare fasting and postprandial gastrointestinal motor patterns in patients with ulcer and non-ulcer dyspepsia. Forty five subjects were studied: 10 with uncomplicated gastric ulcer, eight with uncomplicated duodenal ulcer, 18 with chronic idiopathic dyspepsia, and nine healthy asymptomatic controls. Gastrointestinal fasting and postprandial motor patterns were recorded using a low compliance perfusion technique. The interdigestive antral cumulative motility index, computed for 30 minutes before the appearance of duodenal activity fronts, and the number of activity fronts with an antral component were significantly less in patients with ulcers and those with non-ulcer dyspepsia compared with asymptomatic controls. The patient groups also had a reduced antral motor response to a solid-liquid test meal compared with healthy controls. Intestinal motor abnormalities (bursts of nonpropagated phasic pressure activity and discrete clustered contractions) were recorded in a minority of patients, all with associated irritable bowel symptoms. In conclusion, antral hypomotility is a frequent but nonspecific motor abnormality in dyspepsia; abnormal motor patterns of the smali bowel are less frequent and seem to be confined to patients with concomitant irritable bowel syndrome.
Dyspepsia is a common syndrome that has been defined as 'episodic or persistent abdominal symptoms, often related to feeding, which patients or physicians believe to be due to disorders of the proximal portion of the digestive tract'. ' Abnormal gastrointestinal motor patterns have been recorded in a variety of dyspeptic syndromes that are both primary (or idiopathic) and secondary to organic, systemic, and metabolic diseases.2 Specifically, antral hypomotility, alone or in combination with intestinal motor abnormalities, has been described in both ulcer3'4 and non-ulcer (or idiopathic) dyspepsia.5' In healthy subjects, gastrointestinal motility during fasting is characterised by the interdigestive migrating motor complex, represented by the cyclic sequence of three phases: phase I of motor quiescence, phase II of irregular motor activity, and phase III, or activity front characterised by a burst of coordinated contraction propagated in an aboral direction. The antral component of phase III clears the stomach of indigestible solids" and digestive secretions.'2 Interdigestive antral hypomotility has been observed in gastric ulcer patients with higher bile acid concentrations' and has been indicated as a possible pathogenetic factor in the disease. ' 
Results

FASTING PERIOD
At least one activity front of the interdigestive migrating motor complex was observed in all but six subjects (one duodenal ulcer patient, one gastric ulcer patient, and four chronic idiopathic dyspepsia patients). Details of interdigestive motility are reported in Table II . We observed a reduced number of activity fronts with an antral component in all patient groups compared with controls (p<001). Similarly, the cumulative motility index computed for 30 minutes before the duodenal appearance of intestinal activity fronts, was lower in duodenal ulcer (p<0 05), gastric ulcer (p<0 01), and chronic idiopathic dyspepsia patients (p<0O01) than in healthy controls. No significant difference was found between the different groups of dyspeptic patients in the number of activity fronts with an antral component or in the cumulative motility index values computed in the 30 minutes before the appearance of duodenal activity fronts.
POSTPRANDIAL PERIOD
All the patient groups showed a reduction in the antral motor response to ingestion of the test meal compared with healthy controls (p<0 001). Figure 1 shows individual fed cumulative motility indices computed at 60 minutes in healthy controls, duodenal ulcer, gastric ulcer, and chronic idiopathic dyspepsia patients. Cumulative motility index values were significantly reduced in duodenal ulcer (mean (SD) 102 1 (60 2);p<0 005),gastriculcer(50S5(30 2); p<0001), and chronic idiopathic dyspepsia patients (77-5 (54 5); p<0001) compared with healthy controls (230-7 (74 3)). Postprandial antral hypomotility, defined according to the 95% confidence intervals of the distribution of the cumulative motility index at 60 minutes in healthy controls, was detected in 11 chronic idiopathic dyspepsia patients (61%), in nine gastric ulcer patients (90%), and in four duodenal ulcer patients (50%). Differences between the groups of dyspeptic patients did not reach statistical significance. (Fig 4) .
Discussion
This study compared interdigestive and postprandial motor patterns in patients with chronic idiopathic dyspepsia and in patients with symptomatic peptic ulcers. Both populations of dyspepsia patients showed a noticeable decrease in fasting and postprandial antral motility. A minority of patients with associated irritable bowel syndrome also showed abnormal motor patterns in the proximal small bowel.
Decreased antral contractility seems to be a non-specific motor disorder. Antral hypomotility during fasting and postprandial periods has previously been reported in patients with diabetes2425 or other diseases affecting the myogenic26 or neurogenic27 control of gut smooth muscle cells, after surgical vagotomy25 or hiatal hernia repair,'9 as well as in young women with anorexia nervosa.28
In the largest manometric study carried out so far in dyspeptic patients,7 a reduced contractility of the distal antrum was found in a slightly greater proportion (70%) than that detected in our patients with chronic idiopathic dyspepsia (600%). The stricter inclusion criteria adopted in the present study and, in particular, the exclusion of patients with diabetes and other possible secondary forms of gastroparesis may account for this difference.
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